Systemic lupus erythematosus (SLE) is associated with inflammation of one or more of serous membranes resulting in pleural, peritoneal and pericardial effusion. Massive effusion had rarely been reported in patients with SLE and responded well to immunosuppressive therapy. We reported a case of SLE with recurrent massive ascites as the main presenting complaint with review of the available literature.
Introduction
Systemic lupus erythematosus (SLE) is an autoimmune disease characterized by involvement of various organs. Serositis is frequently observed in these patients. However, massive ascites is rarely reported and has a gradual onset and responds to immunosuppressive therapy. We described a case of a 32-year-old female who presented with massive ascites and fever as main features of SLE on admission.
Case History
A 32-year-old female, married and has 4 children was admitted to our hospital with progressive painless abdominal distension of 4 months duration. The condition was associated with intermittent fever reaching 38.5˚C at night. There was no associated sore throat, abdominal pain, or dysuria during her hospital course. Two years before admission, she was told to have rheumatoid arthritis as she had recurrent pain affecting small joints of the hands, shoulder and elbow joints with morning stiffness for more than an hour. She was treated with lefulona-mide with partial improvement of her pain. No history of malar rash, discoid rash, or photosensitivity.
On examination, she was febrile with temperature range 37.5˚C -38.2˚C. BP 110/70 and pulse was 100/minute. She was pale, JVP was elevated, apex was in the 5 th left intercostal space midclavicular line with normal heart sounds. Chest examination was normal apart from limited expansion on right lung base. Abdominal examination revealed massive ascites. There was mild bilateral pitting ankle swelling. Joint and neurological examination was unremarkable.
Complete blood count showed hemoglobin was 7.4 g/dl, RBCs 2.78 × 10, TLC 3.9 × 10 and platelet count 139 × 10. ESR was 110 1 st hour and CRP 95 mg/dl. BUN was 127 mg/dl, serum creatinine 2.5 mg/dl, serum albumin 3.1 mg/dl, 24 hour protein in urine was 0.25 g. Tuberculin test was negative, HBsAg was negative, and HCV antibodies were negative. Ascetic fluid examination revealed clear yellow fluid with SAAG gradient 1.1. Bacterial and mycobacterial cultures of the fluid revealed no growth. C3 was 39 mg/dl (normal range 90 -180 mg/dl) and C4 was 8 mg/dl (normal range 10 -40 mg/dl). Antinuclear and anti double stranded DNA antibodies were positive.
Chest X ray showed blunting of both costophrenic angles by minimal effusion. X ray of hands revealed no abnormality detected. Abdominal ultrasonography showed normal sized liver, spleen and grade I pathological kidneys and massive ascites with adhesions. Transvaginal ultrasonography showed massive ascites in Douglas pouch with periovarian adhesions. CT abdomen revealed massive pelviabdominal free ascites with minimal bilateral pleural effusions
Renal Biopsy
Twenty two glomeruli presented; six of which are obsolescent. The tufts show variable degrees of mesangial matrix expansion associated with irregular thickening of GBM. Five glomeruli show segmented sclerosis (mainly in subcapsular area). Single glomerulus showed wire loop formation and hyaline thrombi. The tubules show marked hydropic degeneration and some contain hyaline casts. The arteries and arterioles are thickened. JGA is unremarkable (Figure 1 ).
Diagnosis
Lupus nephritis: membranoprolilerative GN (TYPE VI) with secondary focal segmental sclerosis (active/ chronic).
Hospital Course
The patient was diagnosed as SLE with lupus nephritis and serositis (massive ascites). She fulfilled 4/12 criteria of 4/11 and 3/6 of the clinical and immunological criteria of SLE [1] . We started her on 60 mg/day prednisolone and IV monthly cyclophosphamide together with hydroxychloroquine 200 mg twice daily. After five doses of IV cyclophosphamide, her abdominal girth decreased from 100 cm to 80 cm and her weight decreased from 60 
Discussion
It has been postulated that ascites occurs in SLE secondary to cardiac, hepatic or renal disorders. However, the ascites in this patient was due to serositis and resolved completely on corticosteroid and cyclophosphamide therapy and did not recur. Serum albumin was 3.1 mg/dl and the 24-hour protein was 0.25 g and both cannot explain the existing massive ascites despite the presence of minimal ankle edema and the lack of facial swelling and the puffiness of eye lids. CRP was markedly increased (95 mg/dl) and this was suggestive of active serositis. Peritoneal involvement has been found in two thirds of patients with SLE who undergo necropsy [2] though it is detected clinically only in 4% [3] to 16% [4] of them. Ascites may present acutely or chronically, with or without pain, and it may be due to lupus peritonitis [5] , visceral infarction [6] , congestive heart failure [6] , constrictive pericarditis [6] , nephrotic syndrome [4] , Budd-Chiari syndrome [7] , protein losing enteropathy [8] , and acute pancreatitis [9] .
The pathogenesis of chronic lupus peritonitis with ascites is not entirely clear. Deposition of immune complexes on the peritoneum may explain it [4] . Mier et al., 1985 reported two cases of SLE with tense recurring ascites as the main clinical problem on admission [10] . Kaklamanis et al., 1991 reported a case of SLE who developed unexplained ascites several months before flaring of her disease with polyserositis and glomerulonephritis [11] . Soysal et al. 2013 reported a rare case of hydrothorax and chylous ascites in SLE case [12] . Weinstein et al. 2014 reported a case of rapid onset of massive ascites as the initial presentation of systemic lupus erythematosus [13] .
Lupus serositis usually responds well to immunosuppressant including pulse methylprednisone and cyclophosphamide [10] - [14] . Hammami et al. 2014 reported a case of massive painful ascites in a 77-year-old SLE female who was cured with hydroxychloroquine 200 mg daily [15] .
Conclusion
In conclusion, we described a case of SLE who presented with persistent massive unexplained ascites that was not explained by the degree of proteinuria, with good response to immunosuppressive therapy.
